We identified 4,054 citations; after excluding duplicates and focusing on the criteria of "disseminated coccidioidomycosis," we screened 402. Disseminated coccidioidomycosis was defined as a positive culture or histologic finding from a nonpulmonary site. We acquired the following information: journal article citation, study type, age of patients at time of infection, sex, source population, clinical manifestations and outcome. Treatment and mortality data were organized by decade to reflect changes in therapy. We made secondary classifications as follows: 1) exogenous immune suppression (medication-related immune suppression or HIV); 2) pregnancy (included all patients who were pregnant at the time of coccidioidomycosis); 3) multisite disseminated coccidioidomycosis (MDCM, 2 separate sites with coccidioidomycosis outside of the lungs); 4) single-site disseminated coccidioidomycosis (SDCM, 1 site with coccidioidomycosis outside of the lungs); 5) primary immune deficiency (PID, patients with sequenced genetic mutations and coccidioidomycosis). Races were categorized as defined in the published case reports, with the exception of Asian, which included patients described in case reports as East Asian, West Asian, or Filipino; these we specified where possible. We reviewed and STAT3 are also engaged. IFN- in turn stimulates macrophages through its receptors, using STAT1 and STAT3 to induce TNF, IL-12 and reactive oxygen species to kill intracellular pathogens. Mutations in receptors and intracellular signaling molecules along this pathway increase the susceptibility to mycobacteria, intracellular bacteria, and dimorphic fungi.
